Summary &horbar; Antibodies against rabbit adipocyte plasma membranes were injected in 6-week-old rabbits. Controls received normal IgG. Animals were killed 1, 2, 5 or 9 weeks after treatment. Body weight and food intake were reduced significantly until the 7th week for the live weight and the 5th week for the intake. Whatever the anatomical location considered, adipose tissue was markedly reduced : -75% for week 1 and -20% for week 9 respectively for the total adipose mass. Cell volume and enzymatic activities of G 3 PDH, LPL and LDH were highly decreased during the first 2 weeks after treatment. Simultaneously the plasma levels of triglycerides and plasma free fatty acids were increased. As 
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Assessment of antibody reactivity
The reactivity of antiserum was assessed using an indirect-labelled 2nd-antibody plasma membrane immunoassay as described by Plaas et al (1981 ), Cryer etal (1984 , Lee (1985) .
In the present work, the 2nd antibody was an immuno-purified 125 1-labelled rabbit (anti-sheep IgG) antibody, prepared in our laboratory as described by Hales and Woodhead (1980) and AI Jafari (1985) .
Binding of anti-adipocyte membrane serum to erythrocytes and fibroblasts was also examined.
In vivo effects of antiserum Twenty-three 6-week-old New Zealand rabbits fed ad libitum were daily and intraperitoneally injected for 4 days with the equivalent of 5 ml of antiserum as the immunoglobulin fraction.
Twenty-three control animals received a normal sheep immunoglobulin fraction under the same conditions as described for previous animals. Weight gain and food intake were monitored on a weekly basis throughout the experimental period. Groups of 5-6 animals were slaughtered at 1, 2, 5 or 9 weeks after the beginning of the treatment.
At each stage, several major adipose tissue pads (dorsoscapular, axillary, inguinal, perirenal, omental) and organs (liver, kidneys, spleen) were removed and weighed. Some anatomically well-defined muscles (longissimus dorsi infra spinatus, biceps femoris, parameralis) were also removed at the 9th week.
In addition, the effect of the treatment on various metabolic parameters was studied. Blood samples were collected by intracardiac puncture. Free fatty acids (FFA) were assayed in plasma according to Dole and Meinertz (1960) . Plasma triglyceride concentrations were measured enzymatically using a commercial kit (Testcombination triglyceride, Boehringer Mannheim).
Enzymatic activities were determined in the dorsoscapular and perirenal fat pads. Glycerol-3-phosphate dehydrogenase (GPDH; EC 1.1.1.8) and lactate dehydrogenase (LDH; EC 1.1.1.27) were assayed spectrophotometrically as described by Wise and Green (1979) and Grimaldi et al (1978) . Lipoprotein lipase (LPL; EC 3.1.1.34) was measured according to Murphy et al (1981 ) .
Fat cell size measurements (diameter, mean volume and number of cells) were made as described previously (Reyne et al, 1985) . Lipid content of fat pads was determined after lipid extraction according to Folch et al (1957) The total number of adipocytes was calculated for each fat deposit. This number increased for the 2 groups of animals and both tissues throughout the experimental period. The effects of the treatment on the mean cell number of fat pads were not readily apparent, especially for perirenal tissue. Nevertheless, in the case of dorsoscapular tissue this number (X ± SEM) was lower for antiserum-treated animals until the second week after treatment (5.2 x 106 ± 1.5 x 10 6 for treated animals vs 6.5 x 106 ± 1.7 x 10 6 for controls at week 1 and 8.5 x 10 6 ± 3.6 x 10 6 vs 12.8 x 10 6 ± 4.4 x 1 0 6 at week 2). Differences were not significant because there was a marked intragroup variability for the parameters (cell volume, weight of lipid/g tissue, tissue weight) which were taken into account to calculate the cell number of the fat tissues.
DISCUSSION
Previous studies with cells of murine origin have indicated that antisera with specific reactivity toward adipocytes could be produced (Thomson and Abraham, 1979; Plaas et al, 1981; Flint et al, 1986) . Antibodies against adipose cell plasma membranes have been shown to induce longterm effects in rats, such as the reduction of fat cell number and thus adiposity (Flint ef al, 1986 (Pillion and Czech, 1978; Flint et al, 1986) have also shown that such unheated antisera can cause complementmediated cytolysis of rat fat cells.
In vivo, the presence of inflammatory reactions around the axillary and inguinal lymphatic nodes suggests that lymphocyte-dependent, antibody-mediated or lymphocyte-mediated cytotoxicity could also occur as it appears in some autoimmune diseases such as Hashimoto's thyroiditis (Calder et al, 1973a, b, c (Kawakami et al, 1982; Price et al, 1986) or guinea-pig fat pad (Semb et al, 1987) .
According to Torti et al (1985) , TNF has been also shown to suppress the biosynthesis of G 3 PDH mRNA in rat adipocytes.
Lastly, Kawakami et al (1987) 
